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It’s now cheaper to print color figures in KI
Have you been concerned in the past about the cost of print-
ing color figures in Kidney International (KI)? KI has listened 
to your concerns and is now offering permanently reduced 
pricing for color figures—a flat fee of $500 per printed page, 
no matter how many color figures are on a page. This pricing 
is more affordable for authors and competitive with other top 
scientific journals. We want to make it easier for authors to 
publish the color figures that demonstrate important scien-
tific findings, and our new pricing reflects our commitment to 
achieving this goal.
WNT in IgAN
Since there is increasing evidence that the 
IgA molecule itself is altered in some or 
many cases of IgA nephropathy (IgAN), 
implicating a potential immune etiology for 
the disease, Cox et al. performed a microar-
ray analysis on peripheral blood leukocytes 
of IgAN patients. They found, remarkably, 
that the genes of the canonical WNT and 
PI3K/Akt signaling pathways were the ones 
whose expression discriminated between 
IgAN patients and controls. In an inde-
pendent group of IgAN patients and healthy 
controls, the researchers found that there 
were also low protein levels of inversin and 
PTEN, key regulators of WNT–β-catenin 
and PI3K/Akt, suggesting hyperactiva-
tion of these pathways. Also, there were 
increased phospho-Akt protein levels and 
nuclear β-catenin accumulation with an 
enhanced peripheral blood mononuclear 
cell proliferation rate. What activation of 
the WNT pathway can do in these patients 
is still obscure, but this study provides an 
entry into the pathways that might regulate 
immune function in this common disease. 
See page 396.
Clathrin adapter
One of the strange characteristics of the 
proximal tubule is that several proteins 
are expressed on the apical membrane, 
whereas elsewhere in the body, they are 
basolateral. Some of these proteins are 
critical for renal function, such as the 
basolateral parathyroid hormone recep-
tor, the insulin-like growth factor II 
receptor/calcium- independent mannose-
6-phosphate receptor, and the junctional 
adhesion molecule JAM-C. In this issue, a 
fascinating article provides an explanation 
for this phenomenon. Targeting of proteins 
to the basolateral membrane often involves 
vesicles that are coated with clathrin but 
where clathrin is anchored to the vesicle 
membrane by an adapter protein termed 
AP1B. Schreiner et al. found that the proxi-
mal tubule does not express AP1B, which 
was present in other segments such as med-
ullary and cortical thick ascending limbs of 
Henle and cortical collecting ducts. Further, 
the authors used MDCK cell lines, which 
express AP1B, and found that its knock-
down resulted in redistribution of the 
baso lateral parathyroid hormone receptor, 
the insulin-like growth factor II receptor/
calcium- independent mannose-6-phosphate 
receptor, and the junctional adhesion 
molecule JAM-C to a proximal tubule-like 
apical localization. These results reveal 
a fascinating evolutionary adaptation 
of an ancient cell biological mechanism 
to the needs of the proximal tubule. 
See page 382.
Extracellular 
superoxide dismutase 
during AKI
Superoxide dismutase is a critical family 
of enzymes involved in protection from 
oxidative damage. One such enzyme, 
SOD3, is extracellular, and its role in 
ischemia/reperfusion injury was tested in 
a study reported in this issue. Schneider 
et al. found that SOD3 is highly expressed 
in the kidney, using mice with this gene 
deleted to examine its role in the recov-
ery from ischemic injury. They found that 
after 1 hour of ischemia, renal blood flow 
was attenuated in kidneys from male, but 
not female, knockout mice, as was total 
SOD activity, suggesting that SOD1 activ-
ity was upregulated in ischemia. However, 
24 hours after ischemia, the kidneys from 
both sexes of knockout mice were found 
to have more oxidative stress. Hence, these 
studies show that extracellular SOD3 is a 
critical mediator of oxidative damage dur-
ing ischemic injury. See page 374. 
